The introduction of the sulphonamide group of drugs of which the parent substance is sulphanilamide (p-amino benzene sulphonamide) marked a renaissance in chemotherapy and these drugs have a wide clinical applicability to-day. (Wendel, 1939) has been of value in removing the cyanosis due to methsemoglobinscmia; the administration of sodium lactate (Hartmann, Perley and Barnett, 1938a) and sodium bicarbonate (Lucas and Mitchell, 1939) has been suggested to prevent fall in C02 capacity and to counteract acidosis and renal injury, but the use of the latter as a routine measure has been criticized (Hartmann et al, 19386) ; acute toxic symptoms produced by sulphanilamide have been found to be reduced by the simultaneous administration of sodium acetate (James, 1939 (James, , 1940 ; vitamin C (ascorbic acid) has also been reported to be effective in preventing undesirable reactions (Dainow, 1939) ; vitamin Bt (thiamin chloride) has been suggested by Findlay (1939 produced by different doses was studied, and the median lethal dose (LD 50) was ascertained. The latter is the dose which will kill 50 per cent of a sufficient number of animals (Trevan, 1927) . The possibility of modifying the mortality of rats receiving LD 50 by the administration of nicotinic acid was then studied. In one group of experiments, the median lethal dose was given as a single dose preceded and followed by the administration of nicotinic acid. The latter was given 2 to 3 hours before, and 4 to 6 hours after, the dose of sulphanilamide. In another group of experiments, the median lethal dose of sulphanilamide was given in three portions within a period of 24 hours, each administration being preceded by a dose of nicotinic acid given 2 to 3 hours before. The idea underlying the second group of experiments was that the sudden administration of a heavy dose of sulphanilamide might exert a toxic effect too rapidly for an antidote to exert a protective action. Mayer (1937) found the oral toxic dose to be 1 g./kg. Molitor and Robinson (1939) 
